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Firstly, the study did not specifically compare the performance of ECVderived MSI with conventional MSI (from LGE and T2-STIR), and whether acute ECV maps can be used to estimate the MSI remains to be demonstrated. The authors could have considered using the reference standard of manual delineation of AAR and MI size by experienced operators, rather than semi-automated thresholding methods, which are known to have their limitations 5, 6 . The presence of microvascular obstruction (MVO) on the acute CMR scan is known to pseudo-normalize the ECV 5, 7 , due to failure of the gadolinium chelate to penetrate areas of MVO, which could have affected MI size regression, thereby making it challenging to estimate chronic MI size from the acute ECV in patients with MVO. Finally, the study used ≤75%
transmural MI on the follow-up CMR scan to define viable myocardium, and an increase of ≥15% in left ventricular (LV) end-systolic volume to define adverse LV remodeling, instead of the conventionally accepted definitions of ≤50% for viability on CMR 8 , and ≥20% increase in LV end-diastolic volume for adverse LV remodeling on echocardiography 9 . In this regard, we have recently proposed CMR-based definitions for assessing adverse LV remodeling following STEMI, which may be helpful for future CMR studies 10 . The study findings are also thought-provoking, and raise some interesting questions for the field.
Can acute ECV maps be used to accurately delineate the chronic MI size given the pathological differences that exist between acute and chronic MI?
It is well-recognized that acute MI size is dynamic, and acutely reduces in size within the first week 11, 12 , and more chronically reduces over the first few months 5, 11 . The 
Can acute ECV maps be used to accurately delineate the AAR given that edema in salvaged myocardium can be both intracellular and interstitial following STEMI?
During acute myocardial ischemia, interruption of the blood supply to the myocardium disrupts cardiomyocyte Na + /K + channel function, leading to increased trans-membrane Na + gradients and intracellular edema. Prolonged periods of ischemia can result in cardiomyocyte cell membrane rupture, thereby adding to the intracellular edema. Alterations in capillary permeability can promote interstitial edema, resulting in both intracellular and interstitial edema during acute myocardial ischemia.
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Furthermore, reperfusion can exacerbate both interstitial and intracellular edema, and may also lead to extravasation of red blood cells 15 . Native T1-mapping, T2-mapping or T2-STIR CMR imaging detect both intracellular and interstitial edema, whereas acute ECV can only detect edema in the latter compartment 16 , and therefore areas of intracellular edema in the salvaged myocardium may be overlooked by acute ECV.
It may also be challenging for acute ECV maps to reliably differentiate salvaged myocardium within the AAR from remote myocardium outside the AAR, 
